claudication in her lower limbs. Her exercise tolerance was limited to 50 metres over the past 2 months and she had rest pain. Other symptoms included widespread musculoskeletal pain, chest pain, headaches and jaw pain on mastication. Lower limb Doppler ultrasound demonstrated significant stenosis of the distal femoral arteries bilaterally with hypoechoic haloes typical for vasculitis. Immunology tests were all negative but inflammatory markers were raised (ESR 43 mm/h, CRP 14 mg/L). In view of the Doppler findings and GCA symptoms she was started on prednisolone 60mg. The prednisolone was held 2 days before a PET-CT which demonstrated mild uptake in both femoral arteries with no evidence of aortitis.Her CT angiogram showed significant diffuse atheromatous disease in the superficial femoral and popliteal arteries bilaterally. In view of this, the PET-CT uptake was thought to be in keeping with atherosclerosis rather than vasculitis. Her prednisolone was therefore stopped and she was transferred to a tertiary vascular centre for further management. The vascular team at our hospital were still concerned about the possibility of vasculitis and a second rheumatology opinion was sought. Her inflammatory markers continued to rise (ESR 76 mm/h, CRP 29 mg/L). It was felt that the PET-CT results may have been affected by high-dose prednisolone which was temporarily held. The PET-CT was therefore repeated having been off steroids for 4 weeks. This demonstrated increased uptake in the superficial femoral and profunda arteries when compared to her previous scan. All her images were reviewed and the diagnosis was felt to be in keeping with LVV. Furthermore, she had a good clinical response to 40mg prednisolone and methotrexate was subsequently added. Discussion: Classical GCA typically presents with cranial symptoms. Extracranial symptoms such claudication can occur although only 4% of patients fall into this category. In our patient, femoral arteritis presented with lower limb claudication. Peripheral limb ischaemia and/or aorta involvement is associated with a slightly younger demographic of LVV (<60years). Initially, there was diagnostic uncertainty given her raised inflammatory markers and hypoechoic femoral artery haloes on Doppler ultrasound, yet diffuse atherosclerosis on the CT angiogram. Hypoechoic haloes and multiple short segment occlusions are more typically seen in vasculitis rather than atherosclerotic disease. Accelerated atherosclerosis is common in primary vasculitides. Despite establishing the diagnosis of LVV by ultrasound in this case, the sensitivity for this in the common femoral artery is < 17%, and PET-CT is preferred. EULAR recommendations for LVV diagnosis include ultrasound and PET-CT. PET-CT was performed twice in this patient because the initial scan was performed following temporary cessation of high-dose steroids, which can decrease the sensitivity of PET-CT. The first PET-CT showed only mild uptake in the femoral arteries which could be consistent with atherosclerosis. Interestingly, PET-CT has been used to identify plaques vulnerable to rupture bed on FDG-avidity. Recent studies have utilised PET-CT to quantify the burden of atherosclerotic disease to help risk stratify patients accurately. This potential diagnostic ambiguity between vasculitis and atherosclerosis on PET-CT reinforces the importance of remaining off steroids around the time of PET imaging wherepossible. Key learning points: This case sheds light on LVV through several interesting perspectives. Firstly, it is unusual for LVV to present with claudication in the lower limbs in the absence of aortitis, demonstrating the variety of ways in which the same pathophysiological mechanism can present clinically. We also highlight the initial diagnostic challenge, as mild uptake in the femoral arteries on PET-CT can be consistent with atherosclerosis. However, with typical findings of hypoechoic haloes on Doppler ultrasound and raised inflammatory markers, clinically this was in keeping with LVV. Interestingly, a repeat PET-CT off steroids demonstrated increased FDG-avidity in the affected areas. This is important as even holding steroids for 2 days before a PET-CT affected the results of the study. This case adds to the growing number of atypical extracranial presentationsof LVV and provides useful insight for future possible cases. Conflict of interest: The authors declare no conflicts of interest. Introduction: The diagnosis of GCA is relatively straightforward. However, the diagnosis of GCA can be more challenging in the context of complicated SLE and RA in part due to the rarity of the combination of autoimmune disorders. To our knowledge, it is rarely reported in the literature. This case highlights the pitfalls of diagnosis and the added complexities and difficulties in diagnosing GCA in the context of SLE/RA overlap syndrome. Case description: We present a 74-year-old lady with SLE/RA overlap syndrome (RF/ANA & anti-Ro positive) with a medical background of lupus nephritis(WHO grade III), atrial fibrillation and hypothyroidism. She was in clinical remission from RA/SLE whilst on hydroxychloroquine and a yearly rituximab infusion. She then re-presented with a four-week history of fronto-temporal headache progressing to scalp tenderness and pain waking her from sleep. She denied visual symptoms or jaw claudication and there were no features of active lupus or RA. Her C-reactive protein was 62. She was assessed at the rheumatology clinic one week after commencement of prednisolone (40mg) by her GP, with some improvement of symptoms and referred for temporal artery biopsy (TAB) which was negative. By then her symptom improvement with steroid was not consistent. CT head was arranged which showed features that could be related toneuro-lupus. As a result, prednisolone was weaned off quickly. In the next few months, she suffered joint flares and constitutional symptoms despite rituximab and was started on mycophenolate. She also had visual symptoms which were contributed to cataract by the ophthalmologist. Her RA and SLE responded to mycophenolate, but her headache persisted with a further CRP rise to 100 in the absence of RA/SLE features. In this instance, ultrasound demonstrated the 'halo effect' in axillary artery on left. She was referred for a repeat TAB which revealed florid GCA findings histologically and was restarted on60mg prednisolone. During further reduction of her steroid she was re-admitted 6 months later with new neurological symptoms in keeping with an acute stroke. Her MRIheaddemonstrated multipleinfarctspossiblyrelated either tovasculitis or embolic source. However CT angiogram concluded atheromatous changes as opposed to vasculitic. CRP was 10. At present she remains in clinical remissionwith a moderately elevated CRP. Discussion: GCA is diagnosed on the basis of clinical features, laboratory features and positive histology on TAB. Temporal headache, visual symptoms, jaw claudication characterise the GCA, and persistent severe headache can be a manifestation of cerebral lupus in patient who has the diagnosis of SLE. Therefore, in this case, the histological confirmation was essential in the diagnosis of GCA. Even though negative biopsy was discouraging at first, her persistent headache along with further rising of CRP ledustorepeatbiopsyonthecontralateralsidewhichwaspositive,confirmingthediagnosis ofGCA. Temporalartery biopsycouldbe negativeanestimated 15-20% of cases, often due to length of biopsy sample, skip lesions and use of steroids pre-biopsy. There is up to a 5% chance of the contrala-teralbiopsybeingpositivewhenthefirstbiopsywasnegativeforGCA. SLE/RA overlap syndrome is uncommon with an estimated prevalence of between 1-2% of patients with lupus and a general prevalence of around 0.09%. Patients have a tendency towards RA symptoms with typically less SLE features. This case posed diagnostic uncertainty given the persistent features of headache and variable CRP following reduction in steroid therapy, all of which could have been related to symptoms of SLE/RA rather than GCA. Persistently raised inflammatory markers in a scenario with an overlap of 3 inflammatory diseases make unpicking clinical features and an approach to management much more complex in regard to making treatment decisions. There is no data available to guide the management of GCA in these patients. Key learning points: GCA has a heterogeneous clinical presentation which may be complicated by concurrent auto-immune disease and the features of the conditions could overlap. One negative TAB should not discourage performing repeat TAB in this instance if there is high degree of clinical suspicion. Temporal artery biopsy is commonly negative and there is a growing role for the use of ultrasound in the diagnosis of GCA, thecombinationof thesetwoinvestigations couldincrease thediagnostic yield. Place ofPET CTorMRangiogram in diagnosisof GCA inthiscontext should be considered. In the presence of persistently high CRP without clinical evidence of active flare could indicate subclinical inflammation, the approach to which is uncertain. Tocilizumab is licensed for rheumatoid arthritis and recently gained alicense for treatment of giant cell arteritis; however there is no sufficient evidence on efficacy and safety in lupus although there is promising outcome from a phase one open label trial. 
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